It is well known that urinary incontinence, chronic urinary infections and retention are common urological complications in patients with a neuropathic bladder due to multiple sclerosis (1, 2). In the treatment of these patients long time catheterisation is often indicated and the resulting histopathological changes of the bladder are well known.
We report on a 51-year-old female patient with multiple sclerosis for over ten years. She had total incontinence and had an indwelling catheter for six years. Surgeons performed a cystectomy and an intestinal ureterostomy (method after Bricker).
In the pathological examination we observed a cystectomy specimen which measured 96766 cm. The bladder wall was nonelastic, sti and was 3,5cm in thickness.The mucosa was irregular, thickened and greywhite in colour.
Microscopically the bladder showed severe ®brosis in the lamina propria and muscularis (Figure 1 ). Some ®brotic areas were hyalinized (Figure 2 ). Furthermore we found a dense in¯ammatory in®ltration which consisted of mononuclear cells in each layer of the bladder wall (Figure 3) . The muscularis showed a dissociation of smooth muscle cells caused by the increased ®brosis and a leiomyomatous-like hyperplasia (Figure 4 ). The transitional epithelium showed multifocal squamous metaplasia. An immunohistochemical study for S-100 protein, an antigen expressed by neural structures, revealed a marked hypertrophy and hyperplasia of the nerve ®bers localized in the lamina propria and the muscularis.
This case demonstrates the eects of chronic indwelling catheters after six years of catheterisation. The results reveal the necessity for constant clinical surveillance in Reply from Dr N Rosenberg and Professor H Stein
Thank you for your remarks on our article. When we emphasised the inadequate documentation of the neurological outcome in patients with spinal canal narrowing we cited the most quoted publications in the years 1956 ± 1993 (references 3 ± 11). Although we were aware of other publications on this subject (with the similar observations), our intention was not to write a review of the relevant literature but rather to present our ®ndings. We think that although several authors have made similar observations, the dilemma of thè appropriate' approach to the patients with post traumatic spinal canal narrowing is far from being completely solved. For this reason we intended to add our data and conclusions to existing observations. Unfortunately we think that the existing knowledge, including your and our works, is not yet sucient but the contributions may bear weight. Regarding your remark that the question of the poor correlation between spinal canal encroachment and the neurological outcome was ®rst discussed in 1992, this subject has been discussed earlier by several authors and some of the most important reports are in the list of references provided in our article (12 ± 20). We are also con®dent that if you perform a further search in various medical databases you will ®nd these and even more early reports with similar conclusions.
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